completed by patients with Paget's disease confirmed the familial nature of the disease. Overall, the findings were consistent with the hypothesis that Paget's disease is caused by infection with a common and widespread virus superimposed on genetic variation for susceptibility and perhaps severity of the disease.
Paget's disease of bone is a remarkably common condition in later life, radiological surveys having detected characteristic bony changes in 2 3-8 3% of the British population at age 55 and above, with a moderate male predominance ( d/ i = 1-59).1 The disease involves rapid remodelling and the development of structurally abnormal bone, and can be the cause of pain, fracture deformity, and, rarely, malignancy. Many affected individuals are asymptomatic, but because of its high prevalence the disease still makes a considerable contribution to morbidity among the elderly.2 Paget's disease shows a degree of familial aggregation, including occurrence in successive generations, and has consequently been listed as a possible autosomal dominant disorder.3 Genetic linkage has also been suggested between a presumed Paget's disease locus and the HLA complex on chromosome 6.4 On the other hand, there is increasing evidence of an important environmental contribution. For ("dominant") and 25 from families where only siblings were affected ("recessive") . Overall Only two unusual circumstances occurring within the year preceding onset were each reported by more than 1% of the total of 480 cases (index cases plus affected relatives), a fall in 23 patients (4 8%) and a road accident in six patients (1.3%).
OTHER CHRONIC ILLNESSES
Index cases were asked if they or their relatives suffered from any chronic illness or disability other than Paget's disease, and if so to name the one that was the most troublesome. The distribution of the most troublesome other chronic illnesses showed a significant difference (p<0-001) between index cases on the one hand and normal living siblings and The female predominance observed, which occurred both among index cases and among parents and siblings of index cases, appears to conflict with the generally reported male predominance. This finding could perhaps be explained by the more frequent general practitioner consultations of women,' leading to a higher probability of detection of mild or asymptomatic cases and therefore a higher degree of self awareness for the disease among women. The difference between isolated and familial cases for mean age of onset (table 2) is consistent with different levels of genetic contribution to the two types of case but could also be explained by the likelihood of earlier diagnosis in families already known to contain an affected individual. Likewise, the similarity of age of onset within families (table 3) could be caused either by common genes or by common environmental influences. The greater within sibship variance of year of onset compared with age of onset (table 3), however, suggests that onset is influenced more by the length of time that has elapsed since birth than by any environmental factor of short duration affecting members of the same sibship together. This is in keeping with a genetic influence on age of onset, but does not exclude an origin for the disease through the effect of a common and widespread environmental agent acting at or around the time of birth, or of long term environmental effects.
It is possible to estimate the heritability of "self knowledge of Paget's 
